Adjusting plasma p-tau217 levels for kidney function
to Improve association with amyloid and tau pathology
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adjusted for eGFR and BMI
2. Compute adjusted p-tau,,; values in all participants

3. Test if adjusted p-tau,,, strengthens correlations with A3
and tau PET, compared to unadjusted (raw) p-tau,-

Figure 3. Changes in biomarker status, stratified by PET AP status. Panels stratify by
PET Status, color indicates pairwise increase (red = Intermediate to AB+, coral = AB- to
Intermediate) or decrease (light blue = AB+ to Intermediate, dark blue = Intermediate to
AB-) of p-tau,, adjusted (adj) compared to raw. Lines indicate 95% specificity (solid)

Results: Correlations with PET Af and tau
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* Fujirebio Lumipulse measured plasma p-tau,,; at Penn

 Adjusted p-tau,,; based on model in Af3-:
plasma p-tau,- (log) ~ eGFR + BMI (Figure 1)
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Figure 2. Scatterplots comparing Spearman correlations with AD pathology. (A.) AR PET Centiloids correlations
with plasma p-tau,, log-transformed adjusted ([adj] green) vs. raw (yellow). (B.) Tau PET TauMaX and meta
temporal SUVR score for Flortaucipir) correlations with plasma p-tau,,; adjusting (adj; green) vs. raw (yellow).
Spearman’s rho and p-value are reported.
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